Inhibiting the lipoxygenase pathway in treating the psoriasis may be helpful in cutting down the eicosanoids molecule, and therefore, it can able to reduce the epidermal proliferation and the associated inflammatory responses. Similarly, captivating the enzymes such as elastase, collagenase, free radicals, and glycation effect is also inevitable for achieving treatment success in psoriasis.
This study reports the efficacy of Verdura cell repair cream and Psoronorm cell repair oil in inhibiting lipoxygenase enzyme, elastase, collagenase, free radicals, and glycation events in vitro. The scope of above products for the management of psoriasis in light of present findings is also discussed in the article. Inhibition studies in the presence of various concentrations of Verdura cell repair cream and Psoronorm cell repair oil (100, 200, 300, 400, 500, and 600 mg/mL) were studied using spectrophotometer at 234 nm. A known positive control, nordihydroguaiaretic acid (NDGA) was also used.
| MATERIALS AND METHODS

| Details of the formulation
The inhibitory effect of the test products, Verdura cell repair cream and Psoronorm cell repair oil, was expressed as percentage of enzyme activity inhibition. IC50 indicating the concentration required to inhibit 50% LOX activity that was calculated. 8 The values of hydroperoxide content and lipoxygenase activity were calculated from equation:
where, ΔA is the value of absorbance increase per min, V is the volume of incubation mixture, e is the extinction coefficient for linoleic acid (25 9 10 À3 mol/l/cm), l is the length of the cuvette (1 cm), and c is the concentration of enzyme in mg (0.005).
The values are mean of 3 independent experiments. The free radical scavenging activity of the product was expressed as an equivalent of Trolox (water-soluble analog of vitamin E).
Inhibition of nitric oxide production
Nitric oxide (NO) is a diatomic free radical produced from L-arginine by constitutive and inducible NO synthase (cNOS and iNOS) in numerous mammalian cells and tissues.
Oxidative damage, caused by action of free radicals, may initiate and promote the progression diseases indicative of inflammation.
The mechanism of inflammation injury is attributed, in part to release the reactive oxygen species (ROS) from activated neutrophils and macrophages. ROS propagate inflammation by stimulating release of mediators such as NO and cytokines.
Macrophages were seeded at the density of 5 9 10 3 cells per well in a microtiter plate. The plate was incubated for 12 hours at 37°C with 5% CO 2 . Then, media of each well was then aspirated, and fresh FBS-free DMEM media was replaced.
Different concentrations of the cream and oil (10-50 mg/mL)
were used for testing. After 1 hour of treatment with samples, cells were stimulated with 1 lg/mL of LPS for 24 hours. The presence of nitrite was determined in cell culture media using commercial NO detection kit. After 10-minute incubation, the absorbance was measured at 540 nm using microplate reader. The amount of nitrite in the media was calculated from sodium nitrite (NaNO 2 ) standard curve. the substrate, and then, the mixture was further incubated for 15 minutes at 37°C. The absorbance value was read at 410 nm using UV spectrophotometer. 13 
| Antiglycation assay
Glycation is a nonenzymatic condensation reaction between reducing sugars and amino groups of proteins that undergo rearrangements to stable ketoamines, leading to the formation of advanced glycation end products (AGEs).
Antiglycation activity was determined using the bovine serum albumin assay with slight modification. In the experiment, the final reaction volume was 1.0 mL and carried out in 1.5 mL Eppendorf tubes.
Bovine serum albumin 500 lL (1 mg/mL concentration) was incubated with glucose 400 lL (500 mmol/L final concentration) and different concentrations of the sample viz., 50, 40, 30, 20, and 10 mg/mL; 100 lL of phosphate buffer saline was used as the sample control and 100 lL Arbutin as the reference standard.
A negative control was carried out at the same time with BSA 500 lL (1 mg/mL concentration), 400 lL phosphate buffer saline, and the different concentrations of the sample (as described above) incubated under the same conditions. The reaction was allowed to proceed at 60°C for 24 hours and was terminated by adding 10 lL of 100% (W/V) trichloroacetic acid (TCA). The TCA-added mixture was kept at 4°C for 10 minutes and then centrifuged for 4 minutes at 13000 rpm. The precipitate was redissolved in alkaline phosphate buffer saline (pH 10) and was quantified for the relative amount of glycated BSA based on fluoresce intensity by fluorescent microplate reader. The excitation and emission wavelengths that used were 370 nm and 440 nm, respectively.
14 Each concentration of the sample was analyzed thrice. Percentage of inhibition was calculated, and the sample concentration required for the 50% of inhibition was calculated using the formula:
% of inhibition ¼ OD blank À ðOD sample À OD sample negativeÞ= OD blank Â 100
| The likely dose for use
We have evaluated 3 concentrations separately on human skin such as 1 mg/cm 2 , 2 mg/cm 2 , and 3 mg/cm 2 area, and the retentivity of the product on the skin over different time intervals was calculated by visual and tactile evaluation.
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| Lipoxygenase inhibition assay
Verdura cell repair cream exhibited lipoxygenase activity at 300 mg/ mL concentration, whereas Psoronorm cell repair oil was active at 500 mg/mL ( Table 1 ).
The IC50 of Verdura cell repair cream was 300 mg/mL, and the IC50 value of oil was 500 mg/mL (Table 2 ).
| Antioxidant assay: DPPH and NO inhibition
Verdura cell repair cream and Psoronorm cell repair oil inhibited DPPH at 20 mg/mL and 50 mg/mL, respectively, as against ascorbic acid which was active at 1.52 mg/mL concentration (Table 3) .
Verdura cell repair cream and Psoronorm cell repair oil exhibited 67% and 55% inhibition of NO synthesis at 40 mg/mL concentration (Table 4 ).
| Collagenase assay
Verdura cell repair cream and Psoronorm cell repair oil at 50 mg/mL inhibited 20% and 11% of collagenase enzyme as against epigalactocatachein which was active at 250 lmol/L (Table 5 ).
| Elastase inhibition assay
Verdura cell repair cream and Psoronorm cell repair oil inhibited elastase activity by 29% and 18% at 50 mg/mL concentration (Table 6 ).
| Antiglycation assay
Cell repair cream and Psoronorm cell repair oil exhibited antiglycation activity at 50 mg/mL and 75 mg/mL as against Arbutin at 2 mg/mL (Table 7) . several free radicals do aggravate psoriasis; therefore, inactivating these free radicals is also essential. 3, 15 The findings of the study have shown that both the formulations effectively scavenge free radicals. Besides the above both the formulations also have the ability to prevent the formation of glycation end product which is essential for managing psoriasis.
The above spectrum of benefits makes both the formulations very useful for managing psoriasis. As these formulations are "Drug like non-drug formulations" (cosmetics that are drugs), long-term usage will not have any ill effects. Further, the prescription restriction for the above formulation is also null and void as they are cosmetic preparations. Even the self-medication of these products will not have any untoward effect. In light of all the above positive features of Verdura cell repair cream and Psoronorm cell repair oil, these product occupies an important position in the treatment of psoriasis.
The present study clearly shows that Verdura cell repair cream and Psoronorm cell repair oil may aid the management of psoriasis and help to reduce the overburden of antimitotic preparations and steroids.
As far as the quantity required for use is concerned, the study findings show that 1 mg/cm2 is sufficient.
Need of the hour for the treatment of many incurable diseases is not just drugs but drug-like nondrug formulation (cosmetic preparation).
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